We encountered a case of drug-resistant hypertension and hypokalemia. Laboratory data suggested primary aldosteronism (PA) 
Introduction
The symptoms of primary aldosteronism (PA) frequently include hypertension, hypokalemia, and mild metabolic alkalosis. It has long been recognized as a rare disorder, but recently it is reported as a major cause of secondary hypertension (1) . Omura et al reported the prevalence of secondary hypertension was 9.1% among 1,020 hypertensive patients, and PA accounted for about 65% of secondary hypertension and for about 6% of all cases of hypertension (2) .
It has been clarified that patients with PA are vulnerable to progression of cardiovascular disease (3) . Furthermore, recent reports have shown that aldosterone can directly damage various organs via non-epithelial mineral corticosteriod receptors, especially when patients are exposed to inappropriate high-salt diet (4) . Therefore 
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Discussion
The etiology of primary aldosteronism (PA) is widely varied. Aldosterone-producing adenoma (APA), which is narrowly-defined PA, and idiopathic hyperaldosteronism (IHA) are the most common and account for over 90% of all cases. Other minor categories include unilateral adrenal hyperplasia ( UAH ) , adrenal cancer, glucocorticoidremediable aldosteronism, and unilateral adrenocortical micronodules (UMN). Recently, Oda et al reported that expression of angiotensin II receptor (AT2R) may partially contribute to the overproduction of aldosterone in angiotensin IIresponsive APA (5). However, the pathophysiological mechanism of overproduction of aldosterone in PA remains grossly unclear. Clinically, it is very important to determine whether the pathological lesion is bilateral or unilateral be-
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pertension, diabetes mellitus and slight insufficiency in his renal function, which led to irreversible vascular damage, although Omura et al reported that the rate of cure of hypertension is much higher in patients with microadenoma than in patients with macroadenoma (6).
There have been a number of reports in which SAVS could accurately identify the laterality. In fact, many cases of PA due to unilateral microadenoma (7) or micronodules (8, 9) 
